INTRODUCTION
Wilson's disease (WD) (also called hepatolenticular degeneration) is an infrequent autosomal recessive disorder of copper metabolism (chromosome 13) with decreased transport of copper by hepatic lysosomes due to mutation in the Wilson' disease protein (ATP7B) gene.
Accumulating copper is primarily affecting the liver, brain, cornea, and kidneys, after then leading to their symptomatic damages (1) . But, during early ages, the patients are mostly presymptomatic. The worldwide prevalence was reported to be 1 in 30,000 (2) . According to literature findings, psychiatric symptoms associated with WD have been divided into four areas, including the personality changes, affective and psychotic disorders, and cognitive impairment (3, 4) . The most common psychiatric features were abnormal behavior and personality changes, although depression and impairment of cognitive function were also rated frequently. Compared to other psychiatric symptoms, psychosis is less commonly described in patients with WD (5).
Therapeutic outcome of WD significantly depends upon its early recognition. Because, WD is one of the few curable disorders provided; it is diagnosed and treated early. Diagnosis of WD is often made clinically by the presence of Kayser-Fleischer (KF) rings, adjacent to cornea, low levels of serum ceruloplasmin (alpha-2 globulin, a serum glycoprotein), elevated concentrations of copper in the cerebrospinal fluid, and hyper intensities in the basal ganglia and thalamus of the brain (1, 2) . KF ring is present in 99% of neuropsychiatric patients (6) . Here, we report a 42 years old woman presenting with bizarre behaviors and psychotic manifestations who was treated for Wilson's disease, at the age of 33. At the age of 33, she was admitted to the gastroenterology department, complaining with weakness and persistent pruritus. At that time, she was diagnosed with WD, after laboratory and other investigations. During that period, oral penicillamine 500 mg/day, in divided doses was started, by the gastroenterologist. After then, the dose of oral penicillamine was gradually reduced with which symptoms resolved. She had been off penicillamine for 2 months and had continued to take zinc acetate 150 mg/day for WD.
CASE PRESENTATION
Currently, she was referred to our department of psychiatry, after then started on an atypical antipsychotic, quetipine fumarate, extended release (XR). Initially, the patient tolerated 100 mg/day of quetiapine XR. Over 3 weeks, the dose was titrated up from quetiapine XR 100 mg/ day to 800 mg/day, with intermittent adherence, additionally lorazepam 2.5 mg/day. Subsequently, her psychiatric symptoms improved, and she became less irritable, more calmer and manageable. Hence, she was discharged home. The patient was diagnosed with "psychotic disorder due to WD, with delusions" per Diagnostic and Statistical Manual of Psychiatric Disorders, 5th Edition (DSM-5) (10).
She was followed-up regularly for 12 months. She was on atypical antipsychotic treatment for 6 months, at the time this case was reported and did not experience any adverse events. Her family described her as being as completely busy with them, as she had been before her illness. Currently, she has continued to take only zinc acetate 150 mg/day at bedtime, as maintenance treatment for WD. The patient showed no active symptoms either from neuropsychiatric or any other domain of WD, for this period.
Written informed consent was obtained from the patient for publication of this case report.
DISCUSSION
Our patient had no history of psychiatric disorders until the age of 42. She presented with psychotic symptoms, such as paranoid delusions (reference and persecution) with auditory hallucinations. At diagnosis, the most common psychiatric symptoms have been reported to be personality change, inappropriate behavior, irritability, anxiety, depression, emotional lability, impulsiveness, as well as self-injurious behavior (3, 7) . Psychosis and cognitive impairment are less common forms of WD presentation (1, 8) . Overall, the prevalence of psychosis in patients with WD varies from 0% to 11.3% (9) . For our case, psychotic symptoms including the paranoid delusions (reference and persecution) and auditory hallucinations, strong premorbid psychosocial functioning, and lack of prodromal symptoms of chronic primary psychotic disorder, therefore a diagnosis of psychotic disorder due to WD, with delusions was confirmed (10). In our case, all of psychiatric symptoms were not related with any altered cognitions, hallucinations in any modality, thought disorder, depressive symptoms, head injury or substance abuse.
The mechanism of psychiatric symptoms in WD is not clear. It was thought that basal ganglia abnormalities led to various psychiatric symptoms through dopamine dysregulation (12). Alternatively, too much copper stimulates production of the neurotransmitters, such as epinephrine, norepinephrine and dopamine (14) . Because of the toxic effects of excess copper on catecholamine synthesizing enzyme systems (15) ; there is softening and atrophy of basal ganglia nuclei, resulting in neuropsychiatric symptoms, eventually cell death (1, 6) .
Abnormal behavioral and psychiatric symptoms are quite common, also some of them may precede neurologic or hepatic symptoms (3, 7) . In our case, on the basis of clinical symptoms and laboratory findings, a diagnosis of WD was made, at the age of 33. The most patients who diagnosed to WD, develop symptoms between the ages of 5 and 35, as in our case. It rarely remains masked until after the age of 40 (1) . The average duration between onset of psychiatric symptoms and diagnosis of WD was 864.3 days (12). But, in another study found that, the mean delay in correct diagnosis was 8 years (range 6 months to 20 years) (13) . Similar cases were described in literature (11, 14) . 
